Introduction
Aseptic or lymphocytic meningitis is a clinical syndrome characterized by a lymphocytosis in the cerebrospinal fluid (CSF) and meningeal irritation. Enterovirus infections are responsible for the majority of cases and the disease is usually of short duration with a good prognosis'. We describe three patients who presented with uncomplicated aseptic meningitis and subsequently developed papilloedema and cranial nerve palsies. All three patients caused considerable diagnostic difficulty as the benign nature of these complications is not widely appreciated.
Case reports
Case 1 A 14-year-old girl presented with a 5-day history of headache and diarrhoea. She was pyrexial and had neck stiffness. A lumbar puncture revealedclear CSF at a pressure of 200 mm with a lymphocytosis(140/mm 3 ) normal glucose but an elevated protein content (1.0gil).No organisms were found on microscopy and culture for tuberculosis was negative. Her symptoms subsided and she was discharged home on the 11th day of her illness. Five days later she was readmitted with papilloedemaand a right sixth cranial nerve palsy. A CT scan was normal and a repeat lumbar puncture revealed a raised CSF pressure (more than 300 mm), persisting lymphocytosis (104/mm 3 ) and elevated protein content (0.64 gil). She was managed conservatively, the papilloedema and ocular palsy resolving within 3 weeks.
Case 2
A 28-year-old woman was admitted with 3 days of headache, vomiting and diarrhoea. Her symptoms settled initially but 3 days after admission she developed a maculopapular rash and a pyrexia. Over the subsequent 5 days she developed a more severe headache and neck-stiffness. She ,,:as also found to have bilateral papilloedema and a right SIxth cranial nerve palsy. A CT scan was normal and a lumbar puncture was performed. This revealed clear CSF under normal pressure (148 mm) with a slight lymphocytosis (12/mm 3 ) , normal glucose and an elevated protein content (0.67gil).As no organisms were detected on microscopy or culture no treatment was given and her neurologicalsigns disappeared during the following 2 weeks. TB cultures subsequently proved to be negative.
Case 3
A 22-year-old man was admitted with a 7-day history of a sore throat and headache. He was apyrexial with a slightly inflamed throat and cervical lymphadenopathy, but no neck stiffness.His bloodcount showedsomeatypical mononuclear cells, however, the monospot test for glandular fever and subsequent Paul-Bunnell test was negative as was toxoplasmosis serology. His condition improved and he was discharged home after 3 days in hospital. Three days later he developed diplopia and was readmitted to hospital where he was found to have bilateral papilloedema and a partial left sixth nerve palsy. The CT scan was normal and lumbar puncture revealed CSF under a pressure of 180 mm, normal glucose and protein content (3.2 mmolll and 0.32 gn respectively) and no white cells. CSF serology suggested a recent herpes simplex virus infection. The papilloedema resolved slowly over the subsequent 6 months.
Discussion
These cases illustrate that papilloedema and cranial nerve palsies may follow aseptic meningitis. None of the cases had clinical features of encephalitis. In the first two, serological studies for mumps, mycoplasma, cytomegalovirus, EBV, herpes, lymphocytic choriomeningitis and Lyme disease were negative and although no virus was isolated from the CSF, an enteroviral aetiology was most likely. The clinical features and course ofthe third patient were similar. However, a lumbar puncture performed after the onset of the papilloedema revealed evidence of a possible herpes simplex infection.
Papilloedema is not a widely recognized complication of aseptic meningitis. It was described in two case series reported more than 20 years ago 2 • 3 but not in a more recent report". The associated sixth cranial nerve palsies are likely to have been false localizing signs as a result of the underlying raised intracranial pressure. There is nothing in the clinical or laboratory findings to suggest an explanation for the raised pressure. In the three cases it was observed late in the clinical course of the disease between 11 and 16 days after the onset of symptoms. The complication may possibly represent a post-infective 'allergic' response to an enterovirus manifested by a mild diffuse cerebral swelling. All three patients recovered without any neurological deficit although in the third patient the papilloedema persisted for 6 months after the original illness. Clearly the major diagnostic problem is the possibility of tuberculous meningitis. In a recent case series 0141-0768/91/ 040201-021$02.00/0 © 1991 The Royal Society of Medicine papilloedema or ocular palsies were observed in up to 20% of patients with this condition", While our cases demonstrate that papilloedema and ocular palsies may occur as a relatively benign complication of aseptic meningitis, obviously it is vital not to miss the diagnosis of tuberculous meningitis. A possible clue in distinguishing the two may be the absence of clouding of consciousness which is an invariable feature ofTB meningitis in the non-compromised host. However, because of the similarities between the clinical and laboratory findings in the two conditions, it may be necessary for cases of aseptic meningitis who develop this complication to be treated empirically with anti-TB medication. 
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